+ T cells strongly correlate with the disease length. The length of hospital stay was not affected by the admission day after disease onset. The analysis was performed by a non-parametric correlation Spearman test. Supplementary Fig. 3 . Simultaneous analysis of innate and adaptive immunity towards influenza H7N9 virus in patients hospitalized with severe H7N9 disease. (a) Patient PBMCs (1x10 6 ) were stimulated with live A/Shanghai/01/2013 (H7N9) virus at MOI=4 for 1h, followed by addition of 10% of FCS and Golgi Plug. As a negative control, PBMCs were stimulated with RPMI medium containing 10% FCS. PBMCs were
stained for Live-dead Aqua 525 and a panel of antibodies: PECF594-CD3, Percp-cy5.5-CD8, BV605-CD161, APC-H7-CD14, APC-H7-CD19, BV421-γδTCR, PE-TCR vα7.2, BV650-CD4, PE-Cy7-CD56. Cells were fixed and stained with intracellular antibodies AF700-IFNγ, APC-TNFα and FITC-Flu NP. After 2 washes, cells were analysed by flow cytometry (BD LSR Fortessa). The immune assays were performed in a PC3 laboratory as blinded experiments. (b) Gating of CD8 + , CD4 + , NK, δ and monocytes is shown; (c) The reproducibility of the assay was verified across different MOIs (multiplicity of infection; data not shown) and using different replicates at MOI of 4. Supplementary Fig. 4 . Kinetics of IFN- producing NK cells. The frequency of H7N9-specific NK cells producing IFN-γ after stimulation of PBMCs with A/Shanghai/H7N9/1 virus at MOI=4 was assessed by an Intracellular Cytokine Staining (ICS), as described in Fig.S3 . The patients were divided into three recovery groups, R1 (recovered d14-d18), R2 (recovered d21-27), R3 (recovered d31-35) and RD (the fatal outcome group) based on the illness duration, the hospital stay and the disease outcome. Cells were gated on CD56 + CD3 -population. H7N9-infected NK cells were detected by intracellular staining with the NP-FITC antibody. 
